There is considerable evidence that stressful early life events influence a variety of physical health problems later in life. Childhood adversity has been linked to elevated rates of morbidity and mortality from a number of chronic diseases. Immune dysregulation may be one potential pathway that explains this link. In this mini-review, we summarize human studies demonstrating that severe early life stressors have lasting immune consequences. We propose a model outlining potential biobehavioral pathways that explain how early life stressors leave people vulnerable to these maladaptive outcomes. Finally, we suggest ideas for future work to test different aspects of this model.
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Introduction
There is mounting evidence that stressful early life events influence a variety of physical health problems later in life. Indeed, childhood adversity has been linked to elevated rates of morbidity and mortality from a number of chronic diseases (Miller et al., 2011) . For example, people who experienced severe life stressors as children (e.g., abuse, neglect, family conflict, low socioeconomic conditions) are at greater risk factor for cardiovascular disease, type II diabetes, cancer, and a variety of somatic difficulties than those who did not have these early life experiences (Miller et al., 2011) . Although adults who experienced early life adversity often have poor health practices, the connection between severe psychological stress early in life and adult health exists even after accounting for these factors (Miller et al., 2011) .
The pathways linking early adversity to adult health are clearly multifaceted. They include both behavioral and physiological components. Emerging evidence suggests that immune dysregulation may be one potential pathway linking stressful early life events to physical health problems.
In this mini-review, we summarize work demonstrating that severe early life stressors explain some of the variation in immune responses seen in adults. Specifically, we review work showing that early adversity is associated with elevated inflammation, telomere shortening, latent herpes virus reactivation, and a poorer response to an immunogenic tumor. We focus our review on these four markers because of their links to early adversity. We then propose a model outlining potential biobehavioral pathways that explains how early life stressors leave people vulnerable to these maladaptive outcomes. Finally, we suggest ideas for future work to test different aspects of this model. Because of space constraints, the focus of our review is entirely on human studies.
Early adversity and immune dysregulation

Inflammation
Inflammation has well-documented associations with early life stress. Inflammation is a risk factor for cardiovascular disease, type II diabetes, osteoporosis, periodontal disease, and rheumatoid arthritis (Ershler and Keller, 2000; Libby, 2007) . Children who were maltreated have elevated inflammation compared with those who were not maltreated (Danese et al., 2010) . This association persists in adulthood. For example, in a large-scale longitudinal prospective study, those who were neglected during the first decade of their life had higher CRP levels at age 32 compared with those who were not neglected. Indeed, more than 10% of adult low-grade inflammation was attributable to child maltreatment (Danese et al., 2007) . Middle-aged adults who had harsh family environments as children had higher CRP levels than those from healthy family environments (Taylor et al., 2006) . African Americans, but not whites, who experienced early life adversities had higher IL-6, fibrinogen, E-selectin, and sICAM-1 levels than those who did not
